[Dynamic expressions of IL-22 and hepatic stellate cells senescence in mice infected with Schistosoma japonicum].
To investigate the dynamic expressions of interleukin-22 (IL-22) , Interleukin-22 receptor 1 (IL-22R1), and hepatic stellate cells (HSC) senescence in mice with Schistosoma japonicum infection. A murine model of S. japonicum infection was established and the serum samples and liver tissues were collected 4, 6, 8, 12 weeks post-infection. The serum samples were detected for the levels of alanine aminotransferase (ALT) and aspartate aminotransferase (AST). The pathological changes and proliferation of hepatic collagen fibers in the liver tissue were observed after HE staining and Masson staining. The HSC senescence in fibrotic livers was determined by the detection of senescence-associated beta-galactosidase (SA-beta-Gal). Sandwich ELISA was used to measure the expressions of IL-22, and Real-time PCR was used to test the mRNA levels of IL-22 and IL-22R1. The control group without S. japonicum infection was set up. The serum levels of ALT and AST significantly increased 8 weeks and 12 weeks after the infection (vs. 0 week, all P < 0.05). The level of IL-22 increased 4 weeks and 6 weeks after the infection (vs. 0 week, both P < 0.05), but reduced 8 weeks post-infection, and was even lower 12 weeks post-infection (vs. 4 weeks and 6 weeks, both P < 0.01). Being consistent with the dynamic expression of IL-22 protein, the mRNA expression of IL-22 began to increase 4 weeks and reached the peak 6 weeks after the infection (vs. 0 week, both P < 0.05), and continuously declined 8 weeks and 12 weeks post-infections (vs. 6 weeks, both P< 0.05). The increase of the expression of IL-22R1 mRNA was correlated with the progression of fibrosis, and the peak was in 12 weeks post-infections (vs. 0 week and 6 weeks, both P < 0.05). The number of senescence-associated beta-galactosidase-positive HSCs was reduced with the decreasing expression of IL-22 in the advanced liver fibrosis. IL-22 and IL-22R1 are involved in the pathogenesis of schistosomiasis liver fibrosis. As an inflammation factor, IL-22 significantly increases in the early stage of fibrosis. The expression of IL-22 decreases in the late stage of fibrosis, which may contribute to HSC senescence and restrict liver fibrosis.